Although brain amines have been suggested as neurotransmitters regulating the release of hypothalamic hormones, some conflicting evidence has still to be explained. Scapagnini, Van Loon, Moberg & Ganong (1970) have implicated brain noradrenaline in the inhibitory control of adrenocorticotrophin (ACTH) secretion, based on the results of intraperitoneal injection of \g=a\-methyl-p-tyrosine.However, we found no increase in corticosterone after oral administration of \g=a\-methyl-p-tyrosine to rats (Uchimura, Kumeda, Kawabata, Maeda, Tada, Okamoto, Ogawa & Inamori, 1972) .
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In this study we have examined the effects of intraventricular administration of 6-hydroxydopamine (6-OHDA), a specific and long-lasting catecholamine depletor which does not cross the blood-brain barrier thus excluding the effects of serotonin, peripheral noradrenaline or peritoneal irritation. We performed the experiments 2 weeks after intraventricular administration of 6-OHDA to avoid the stress effects of the administration of 6-OHDA itself.
Male Wistar rats (125-250 g), caged singly, were used. Each rat was injected with either 250 \g=m\g 6-OHDA in 25 \ g=m\ l 0\m=.\9 % saline, or vehicle only, into the lateral ventricle. Fourteen days after injection the rats were killed by decapitation. The observations were made under the following conditions: (1) no treatment (resting levels); (2) expo¬ sure to stress; (3) administration of dexamethasone (suppression). To measure the resting levels, rats were decapitated at 07.00 or 19.00 h. The following stresses were used: (i) immobilization, the animals were killed after 30 min of restraint; (ii) ether, the rats were placed for 1 min in a glass jar saturated with ether vapour and then returned to their cages for 30 min before decapitation; (iii) auditory stimulation, ex¬ posure to the noise of a buzzer (about 90 phon) for 30 min and then killed immediate¬ ly; (iv) [8-lysine]-vasopressin was injected i.p. (lOOmu./lOOgbody wt) and the animals were killed after 30 min. In the suppression experiment the animals were given two i.p. injections of dexamethasone (20 /¿g/rat) 9 and 5 h before decapitation.
Trunk blood was collected and centrifuged. The right adrenal gland was removed, weighed, homogenized in saline solution containing 20% ethanol and centrifuged. These samples were kept frozen until assayed fluorometrically (Guillemin, Clayton, Lipscomb & Smith, 1959) Recently Kaplanski & Smelik (1973) suggested that brain noradrenaline is not involved in pituitary-adrenocortical activity but they did not study the effect of stress. Our results are not only in accordance with those of Kaplanski & Smelik (1973) , but extend them to apply in the responses to Stressors and in the feedback mechanism.
